[FOXP2: from the specific disorder to the molecular biology of language. I. Aetiological, neuroanatomical, neurophysiological and molecular aspects].
The task of cloning the genes whose products are involved in the organisation and functioning of the nerve centres that enable language tasks to be executed must necessarily start with the identification and the cognitive, linguistic, neuroanatomical and neurophysiological analysis of individuals with hereditary (specific) language impairment (SLI). The first of these genes to be characterised in this way--a gene called FOXP2--codes for a regulating factor that acts as a transcriptional repressor in the central nervous system. It is expressed in neuronal populations mainly situated in the basal ganglia, but also in the cortex, cerebellum and the thalamus, which are presumably involved in the development and/or functioning of the thalamic-cortical-striatal circuits associated with motor planning and learning. The protein FOXP2 shows several structural patterns that, when altered in other proteins, also give rise to different disorders in the central nervous system. The pattern of expression of the gene is preserved phylogenetically, although this does not happen in the case of the pattern of mRNA maturation. In individuals with a mutated version of FOXP2, morphological and functional anomalies are detected in those areas in which the gene is expressed. These abnormalities can be correlated satisfactorily with the phenotypic characteristics of the disorder, which are at the same time of both a motor and linguistic nature. The fact that other variations of SLI are not linked to the FOXP2 gene raises the need for further research into the genetic bases of the disorder, while also suggesting that it would be advisable to reassess the phenotypic scope of the variant associated to the mutation of this gene.